A 31-year-old man attempted suicide by ingesting approximately 200 ml of a caustic product (composition: buthyldiglycol, fatty ethoxylated alcohol, monoethanolamine, diethanolamine, triethanolamine, sodium tripolyphosphate; used for domestic cleaning) and presented to the emergency room unconscious (Glasgow Coma Scale 7) but haemodynamically stable (blood pressure 120/80 mm Hg, heart rate 90 beats per minute). Chest x-rays were normal and there were no relevant fi ndings in blood analyses.
Erythematous lesions without signs of bleeding were observed in the mouth and oropharynx with a fl exible fi brescope. After orotracheal intubation, a CT with intravenous contrast revealed oesophagus collapse with marked parietal thickening of the gastric submucosal oedema, thickening of the gastric folds and of the duodenum and jejunum wall.
Steroids (methyl-prednisolone 1 mg/kg daily) and prophylactic antibiotic treatment with piperacillin-tazobactan was started together with somatostatin, pantomycin and pantoprazole. Parenteral nutrition was started. Further CT studies performed on days 3 and 8 of admission to the intensive care unit (ICU) showed bilateral pleural effusion with compressive atelectasis of the posterior segments; thickening of the oesophageal and gastric walls and erasing of the adjacent fat. There was severe duodenal dilation with internal haematoma ( fi gure 1 ). A week after admission an oral panendoscope (PEO) revealed oesophageal-gastric diffuse mucosal bleed and subjacent necrosis. A gastrointestinal transit with contrast demonstrated oesophageal stenosis, insuffi ciency of Oddi's sphincter and anatomic alterations at the bulbar level with severe obstruction on contrast passage ( fi gure 2 ). Fibrobronchoscopy revealed an airway without lesions.
The patient presented a constant blood loss through the naso-gastric probe (NGP), haematic buccal secretions and daily melena. Coagulation assays and platelet counts were in the normal range. Haemoglobin level was persistently low (<80 g/l) during ICU stay requiring transfusion of up to 18 red blood cell (RBC). Replacement treatment with blood derivatives did not stop the bleeding. A PEO revealed profuse haemorrhage of unknown origin. Cauterisation of the otorhinologic region with argon laser produced only partial remission of the bleeding.
TREATMENT
The rFVIIa was administered at a dose of 100 μg/kg every 6 h due to the haemostatic ineffi cacy of replacement treatment and failure to localise the site of the haemorrhage (and the assumption of a diffused haemorrhage throughout the extensive damaged area of the digestive tract). A total of fi ve doses were administered using a haemoglobin fi gure as a control parameter of drug response.
OUTCOME AND FOLLOW-UP
After drug administration, and in the following hours and days, the haemoglobin fi gures stabilised and haematic loss in the NGP and of the mucosal bleeding in the oral cavity ceased. The patient was discharged with no further signs of either bleeding or anaemia.
DISCUSSION
Caustic ingestion is a cause of intense morbidity for two reasons: fi rst, ingestion of these products provokes infl ammation, destruction and, at times, perforation of the digestive tract producing the potentially fatal complications of mediastinitis and peritonitis-haemorrhage can present as a complication; second, the infl ammatory lesions can generate potentially severe cicatricial lesions. 1 Management of these lesions is at fi rst usually conservative by restricting the use of endoscopes for diagnostic and prognostic purposes. At a later stage surgical correction, if possible, of the cicatricial complications that present is undertaken. 2 The usual haemostatic treatment when signifi cant haemorrhage and anaemia are present is replacement treatment. Despite it, bleeding can at times persist particularly in those patients with acquired coagulation defects. rFVIIa (Novoseven; Novo Nordisk, Bagsvaerd, Denmark) was originally developed for the treatment of bleeds in congenital haemophilia with inhibitors. Other approved indications are congenital FVII defi ciency, acquired haemophilia and Glanzmann thromboasthenia. 3 However, an increasing number of publications report uses outside the current approved indications with high haemostatic effi ciency and a low rate of adverse effects. 4 5 We report the case of a patient with diffused digestive bleeding produced by a mucosal lesion in an uncompleted phase of cicatrisation, which caused mild but constant haemoglobin decrease requiring periodic transfusion.
Why rFVIIa?
Mucosal digestive bleeding from the mouth to the jejunum appears to be the probable cause of the continuous anaemia of the patient. The exact source of bleeding was not observed by the endoscopic studies; instead they establish the diffuse origin of the bleeding and, thus, rule out endoscopic treatment. Selective arterial embolisation was not appropriate in this context not only for the diffuse origin of the bleeding but also for its low rate (the bleeding point was not detected in PEO or CT). This technique should be reserved for bleeding in which the responsible vessel is clearly identifi ed. The replacement of coagulation factors and RBC is not always capable of stopping the bleeding particularly in situations as this in which the defi ciency of these components is not the reason for transfusion. Thus, rFVIIa was used for its proven capacity of inducing haemostasis in different situations with acquired coagulopathies.
Why a dose of 100 µg/kg?
rFVIIa has a double mechanism of action. First, physiological doses of rFVIIa are able to replace the possible FVII deficit (eg, congenital): this effect is obtained with low doses of the drug (15-30 μ/kg). Second, supraphysiological concentrations of rFVIIa (a dose of ≥90 μ/kg) generate thrombin in the surface of the locally activated platelets in the absence of a coagulation factor or in situations that limit the coagulation process (ie, hypothermia, acidosis). 6 -9 Learning points ▶ Any type of acquired coagulopathy haemorrhage is not within the approved indications of the drug.
We consider that the drug should be listed within the ▶ possible therapeutics for patients, such as our case, with slow but constant bleeding that prevents the process of digestive mucosa recovery and who require frequent periodic transfusions.
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